sion of the superficial veins, and a tense anterior fontanelle. Nevertheless the increase in head circumference since birth was normal and the line on the graph ran consistently parallel though above the normal (Fig 1) . There was considerable mental retardation. Pneumoventriculography (28.9.61) disclosed a most unusual appearance with apparently common lateral ventricles, with butterfly shaped anterior horns. The body of the _L IAir WI I ic.
90% I1I II common lateral ventricle, was not particularly dilated (Fig 2) . The posterior and inferior horns, however, were much larger than normal. The third and fourth ventricles were not demonstrable. Methylene blue injected into the lateral ventricle did not appear in the lumbar C.S.F., confirming absence of communication.
The C.S.F. pressure was 170 mm water.
At 4 months of age his head circumference was 17i in. The front half of his head looks of normal shape and size, but the posterior half is obviously abnormally enlarged. His right arm and leg are weaker than the left.
Comment: Although at first sight this infant appeared to have an uncomplicated congenitalhydrocephalus, the clinical features were not characteristic. In uncomplicated congenital hydrocephalus convulsions, feeding difficulty, and poor general health are uncommon in infancy.
In fact, convulsions are very rare, in contrast to their frequency in other types of congenital or acquired disorders of the central nervous system in childhood. This patient had several convulsions in the neonatal period. In congenital hydrocephalus the head is not only abnormally large, but continues to grow at an abnormally rapid rate for months or years. This infant's head, though very large, did not grow faster than normal during the first four weeks Fig months of life. In congenital hydrocephalus the intracranial pressure is always considerably raised, but in. this infant it was not very high. The ventriculographic appearances were quite unlike those of congenital hydrocephalus or of agenesis of the corpus callosum (Lorber 1960). In fact, I was unable to find a description or an illustration of this particular abnormality, either in original papers (Melchior 1961) 1955: Transfusions became gradually more frequent, until iff the first six months of 1956 they had become three weekly. During this time her spleen had enlarged considerably and evidence of hypersplenism was found in (a) fall in W.B.C. to 3,000-4,000, and (b) fall in platelets to 60,000/c.mm. 1956: Splenectomy was performed by Mr D Waterston, with liver biopsy. Both these organs were siderotic, and there was evidence of early portal cirrhosis. Following splenectomy there was an immediate lengthening of the time between each transfusion to six weeks, and this has been maintained to the present. 1959: Her liver was increasing. Slight cardiac enlargement with forceful left ventricular heave was noticed each time she presented for transfusion. An ECG showed some left ventricular hypertrophy. It was noted for the first time that her y-globulin was markedly increased. March 1961: Two weeks before transfusion was due she presented with cough, breathlessness, loss of appetite and increasing abdominal swelling. On examination: Slightly breathless at rest; inspiratory and expiratory rhonchi throughout the chest. Minimal aedema of legs, slightly raised jugular venous pressure; apex beat difficult to define, with outer border of cardiac dullness in anterior axillary line; heart sounds normal though somewhat quiet. Slight fever. Investigations: Hb 7.3 g% (50%°). Total protein 7.4 g%; albumin and P-globulins reduced, al-and a2-globulins raised, y-globulin greatly increased. X-ray chest: great enlargement of heart shadow, collapse and consolidation of left base, small bilateral pleural effusions. ECG (Dr G R Graham): Moderate left ventricular hypertrophy with strain.
Initially it was thought that she had developed the cardiac failure seen terminally in h2emochromatosis. Digitalis, antibiotics, morphia, diuretics and two slow, packed-cell transfusions improved her cedema, chest signs and general condition. Her heart shadow remained large, though the lung fields cleared. The fever continued, slight and intermittent.
Pericarditis with effusion seemed most likely (Dr R E Bonham-Carter). Aspiration with biopsy of the pericardium (Mr Waterston): 700 c.c of dark blood-stained fluid was obtained which was sterile on bacterial culture. Biopsy (Dr M Bodian) showed subacute inflammation with proliferation of fibroblastic tissue, but with only slight hmmosiderosis.
Post-operatively her recovery was punctuated by transient left pleural effusion, an aspirated specimen of which was sterile on culture. She returned home, afebrile and asymptomatic, with a chest X-ray showing slight residual cardiac enlargement. Discussion: Acute pericarditis, almost always benign and usually with effusion, has been reported a number of times in thalassmemia major (see bibliography). The etiology is unknown but
